
Genital ulcer caused by Penicillium
marneffei in an HIV-infected
patient
Infection by Penicillium marneffei is an emerging
systemic illness among HIV-infected patients.
Most reports of this infection are from south-
east Asia, where this is considered as the third
most common AIDS-defining illness after
tuberculosis and cryptococcosis.1 The most
common initial site of infection is the reticu-
loendothelial system, and skin involvement is a
part of disseminated infection.2 The usual
cutaneous manifestations include molluscum
contagiosum-like papular eruptions involving
predominantly the face and neck3; necrotic
papule, pustules or nodules may also be seen.3

Inhalation of airborne conidia is the most
probable mode of entry of P marneffei into the
body.2 Inoculation is a rare mode of acquiring
this infection, which may occur in laboratory
workers. The first documented case of human
infection by P marneffei was by accidental
puncture of the finger of Gabriel Segretain,
one of the research workers who gave the
initial description of this pathogenic fungus.2

This mode of infection gives rise to nodule
formation at the site of inoculation. Here, we
report the unusual presentation of an HIV-
infected Indian patient with genital ulcers
caused by P marneffei followed by dissemina-
tion.

A 50-year-old truck driver presented with
genital ulcers of 2 months’ duration. The
lesions started on the shaft of the penis as
tender nodules, which suppurated to form
ulcers. In the past, he had had multiple
unprotected exposures to commercial sex
workers, the last being 3 months previously.
Before presentation, he was known to have
HIV infection for the past 3 years but was not
receiving antiretroviral treatment. Earlier, he
was treated for pulmonary tuberculosis, herpes
zoster and herpes genitalis. At presentation,
the patient was afebrile and without any
constitutional symptoms. He was unwilling to
divulge the details of his partner and sexual
practices.

On clinical examination, the patient had oral
candidiasis and generalised xerosis of skin.
Examination of the genitalia revealed three
closely set nodulo-ulcerative lesions on the
right anterolateral part of the shaft of the penis
(fig 1). The ulcers were well defined, with a
clean, moist base, without significant dis-
charge. The most proximal ulcer was in the
healing stage, showing a depressed scar. On
palpation, the lesions were indurated and
tender, and bilateral inguinal lymphadenopa-
thy was present. The patient was investigated
with a presumptive diagnosis of sexually
transmitted genital ulcer disease. Atypical
mycobacterial or deep fungal infection was
also considered.

A complete haemogram revealed haemoglo-
bin of 10 g% with a hypochromic, microcytic
blood picture; erythrocyte sedimentation rate
was 30 mm in the first hour. An x ray
examination of the chest revealed fibrotic

bands in left lower lung fields, with calcified
hilar lymph nodes. He was positive for HIV-1
antibody (western blot) and his CD4 T cell
count was 369 cells/mm3. The Venereal Disease
Research Laboratory test was non-reactive.
Dark ground-microscopic examination of exu-
date from the ulcer surface did not reveal
Treponema pallidum. Smears from the surface of
the ulcers were stained with Gram stain,
Giemsa stain and Ziehl Neelsen stain, which
did not reveal any significant organism. A
biopsy was taken from one of the nodules. An
H&E-stained histopathlogical preparation
showed normal epidermis and granulomatous
reaction in the superficial dermis. Several
intracellular and extracellular yeast-like cells
were observed intermingled with abundant
eosinophils, plasma cells, lymphocytes and
histiocytes. Focal areas of necrosis were pre-
sent. Fite-Faraco stain did not reveal any
Mycobacteria. Gomori’s methenamine silver-
stained tissue section showed intracellular,
oval, yeast-like structures (2–6 mm), with
prominent central septum without budding
and extracellular, elongated, slightly curved
structures (8–13 mm), suggestive of P marneffei

(fig 2). A smear was taken from the surface of
an ulcer and cultured in Sabouraud’s dextrose
agar media, which grew (after 5 days of
incubation at 25 C̊) typical colonies of P
marneffei with diffusible red pigment. The
characteristic morphology of the fungus was
demonstrated from the culture by lactophenol
cotton blue stain (fig 3). Thermal dimorphism
was noted when inoculated petri dishes were
incubated at 25 C̊ and 37 C̊.

The patient had never visited South-East
Asian countries or northeastern states of India
where this fungal infection is prevalent.
Repeated thorough clinical examination did
not reveal any other skin lesion suggestive of
disseminated P marneffei infection. There was
no organomegaly. The patient’s sputum and
blood samples were cultured for evidence of
disseminated infection with P marneffei, which
could not be detected. Further investigations
such as lymph node and bone marrow aspira-
tions were suggested and antifungal treatment
with itraconazole (200 mg twice daily) was
advised. However, the patient was non-com-
pliant and lost to follow-up. After 6 months, he
was brought to casualty in a comatose state.
Dermatological consultation was asked for
genital lesions. History from relatives revealed
that he had been unwell with fever, cough and
dyspnoea for the past 2 months. For the past
10 days there had been gradual alteration of
sensorium. He had not taken the treatment
advised by dermatologists earlier (itracona-
zole). On examination, the patient was febrile,
cachectic and unconscious with hypotension.
Generalised lymphadenopathy and hepatosple-
nomegaly were present. Examination of the
genitalia revealed total sloughing off of the
dorsal part of the penile skin. A few non-
specific, excoriated papular eruptions were
seen on the face and upper extremities. The
patient died within few hours of hospitalisa-
tion. A blood count revealed neutropenia and
thrombocytopenia. Blood culture for fungi
grew P marneffei. A retrospective diagnosis of
disseminated P marneffei infection was made.

Localised skin lesions caused by P marneffei
in HIV-infected patients has not been
described. This fungus causes invasive disse-
minated disease in this population and is
almost always fatal. Chronic genital ulcer in

Figure 1 Nodulo-ulcerative lesions on the shaft
of the penis.

Figure 2 Microphotograph showing
intracellular and extracellular yeast cells of
Penicillium marneffei in histopathological
preparation (Gomori’s methenamine silver stain,
magnification 640).

Figure 3 Microphotograph showing skeleton
hand/paint brush-like clusters of phialides at the
end of conidiophores (Penicillium marneffei,
smear from culture, lactophenol cotton blue stain,
magnification 6200).
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two HIV-infected patients with disseminated P
marneffei infection has been reported.4 In the
patient described here, the initial genital ulcers
might have been caused by inoculation. The
exact mode of inoculation could not be elicited
from the history given by the patient. It is
possible that the organism was inoculated to
the patient’s genitalia from an infected partner
during sexual intercourse. Transmission may
also be possible through oral sex, as oral
mucosal lesions are known to occur in HIV-
infected patients with disseminated P marneffei
infection.5 6 Thereafter, in the absence of
treatment, dissemination might have occurred
through regional lymphatics, facilitated by the
immunosuppressed state of the patient.

A detailed search of the literature (available
standard textbooks and Pubmed search of
English publications) did not indicate the
sexual route as a mode of transmission of this
organism. The presentation of this HIV-
infected patient with P marneffei infection is
interesting. The genital lesions caused diag-
nostic difficulty because it simulated tradi-
tional sexually transmitted genital ulcers. The
localised lesions on genitalia without evidence
of initial dissemination led us to assume that
the patient might have contacted the infection
by inoculation during a sexual act with an
infected partner. Hence, this can be a mode of
acquiring infection with P marneffei in patients
with high-risk behaviour.
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Do phosphodiesterase 5 inhibitors
promote onward transmission of
HIV in men who have sex with
men?
Men with HIV report sexual problems.1 There is
a suggestion from the National Survey of
Sexual Attitudes and Lifestyles (UK) database
that erectile dysfunction rates may be higher in
young men who have sex with men (MSM;
15%) than in heterosexual men (6%; personal
communication with Cath Mercer). Data from
a large convenience study in the US would
seem to corroborate this, and also show that
MSM are more concerned about sexual perfor-
mance failure.2

The causes of sexual problems in men
include psychosocial issues (eg, adjustment
period after diagnosis, anxiety and depression),
concomitant drugs (eg, antidepressants) and
use of recreational drugs and side effects from
highly active antiretroviral therapy itself (auto-
nomic and peripheral neuropathies and accel-
erated arteriosclerosis).1 A typical clinical
scenario is an HIV-infected MSM who has
erectile dysfunction. He tells you his erection is
adequate for penetrative anal sex if he does not
use a condom. Logic would suggest that
prescribing a phosphodiesterase 5 inhibitor
(PDE5i) would enable him to have safer sex
by facilitating condom use.

Unfortunately, the available evidence is
contrary to this hypothesis, and suggests that
use of PDE5i in MSM is associated with unsafe
sex.3 Specifically, in most of these studies,
there is concomitant use of recreational drugs
such as ‘‘crystal meth’’ (methamphetamine)
and cocaine. These cause both increased sexual
desire centrally and penile vasoconstriction.
Furthermore, PDE5i have been reported, in
isolated use, to increase anxiety and aggres-
sion.4 It is thus plausible that the combination
of recreational drugs and PDE5i causes dysin-
hibition, leading to unsafe sex.

It has been suggested that MSM who use
PDE5i to increase sexual performance fuel

onward transmission of sexually transmitted
infections including HIV. Furthermore, it has
been reported that MSM obtain PDE5i not
from healthcare workers, but from non-con-
ventional routes—for example, the internet or
peers—making the controllability of this phe-
nomenon complex.5

Although it is the right of any patient with
sexual problems not to be denied appropriate
treatment for his condition, it is also the duty
of the prescribing doctor to point out the
dangers of concomitant recreational drug use
and the great value to individuals and the
community to use condoms for penetrative
anal sex. We would suggest that, if identified,
MSM using a non-prescribed PDE5i along with
other recreational products are a potential
target for safer sex intervention strategies.
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CORRECTION

doi: 10.1136/sti.2006.020883.corr1

Several errors occurred in the article by
N Dickson, T van Roode, P Herbison, et al in
the April 2007 issue of the journal (Sex Transm
Infect 2007;83:87–90). The corrected article is
now on our website and differs from the print
version.
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